Additional file 1: Table S1 – S7
Table S1: List of antibodies and silver techniques. 										
IHC = immunohistochemistry, WB = western blotting.										
	Antibody
	Antigen
	Host
	Clone
	Concentration IHC
	Concentration WB
	Pretreatment for IHC
	Source
	Specificity in WB
	Purpose of Use
	Applied in Cohort

	anti-
Aβ17-24
	Aβ 17-24
	mouse
	4G8
	1/5000
	
	formic acid
	Covance, USA
	
	Determination of Aβ phases, AβMTL phase, B-Aβ plaque stages, Aβ load, and CAA. This antibody detects full-length as well as N-terminal truncated forms of non-modified and modified Aβ40/42 [1].
	1-3

	anti-
Aβ1-17
	Aβ 1-17
	mouse
	6E10
	
	1/1000
	n.a.
	Covance, USA
	5 ng/ml [2]
	Determination of biochemical Aβ levels and B-Aβ stage. This antibody detects full-length forms of Aβ40/42 but does not react with AβpSer8 [1].
	1

	anti-AβN3pE
	Aβ N3pE
	rabbit
	polyclonal
	1/100
	1/500
	formic acid, heat pretreatment at pH6
	IBL, Japan
	~20 ng/ml [3]
	Determination of B-Aβ stage, B-Aβ plaque stages, biochemical levels of AβN3pE and AβN3pE load
	1

	anti-AβpSer8
	Aβ pSer8
	mouse
	1E4E11
	1/5
	1/50
	formic acid, heat pretreatment at pH6
	(Kumar et al., 2013) gift Prof. Walter, Bonn, Germany
	25 ng/ml [4]
	Determination of B-Aβ stage, B-Aβ plaque stages, biochemical levels of AβpSer8 and AβpSer8 load
	1

	anti-abnormal τ protein
	phosphorylated τ (pSer 202 and pThr205)
	mouse
	AT8
	1/1000
	
	-
	Thermo-Scientific, USA
	
	Assessment of Braak NFT stages, neuritic plaques (CERAD scores were based on these stainings) and accompanying τ pathology
	1-3

	anti-pTDP43
	phosphorylated TDP43 (pSer 409/410)
	rabbit
	polyclonal
	1/5000
	
	heat pretreatment at pH6
	Cosmobio, Japan
	
	Assessment of AD-related and non-AD related pTDP43 pathology for neuropathological diagnosis
	1, 2

	anti-α-synuclein
	α-synuclein
	mouse
	5G4
	1/2000
	
	formic acid, heat pretreatment at pH6
	Millipore, USA
	
	Assessment of α-synuclein pathology for neuropathological diagnosis
	1, 2

	anti-α-synuclein
	α-synuclein
	mouse
	NCL-L-ASYN
	1/40
	
	heat pretreatment at pH6
	Leica, UK
	
	Assessment of α-synuclein pathology for neuropathological diagnosis
	3

	anti-ubiquitin
	ubiquitin
	rabbit
	polyclonal
	1/400
	
	heat pretreatment at pH6
	DakoCytomation, Denmark
	
	Assessment of AD-related and non-AD related ubiquitin pathology for neuropathological diagnosis
	3


																			
	Silver methods
	Protocol reference
	Purpose of Use
	Applied in Cohort

	Gallyas staining
	Braak, H., and E. Braak. 1991. 'Demonstration of amyloid deposits and neurofibrillary changes in whole brain sections', Brain Pathol, 1: 213-6. [5]
	Confirmation of Braak NFT staging and assessment of neuritic plaques
	1

	Bielschowsky staining
	Uchihara, T. 2007. 'Silver diagnosis in neuropathology: principles, practice and revised interpretation', Acta Neuropathol, 113: 483-99. [6]
	Assessment of neuritic plaques
	 3



Table S2: Assessment of topographical distribution of Aβ plaques (a-d), CAA (a, e), and CAA severity [7] (a, f). a: Tissue-block selection (a) and assessing Aβ phases (b)[8], AβMTL phases (c)[9], A-scores (d)[10], CAA stages (e) , and the CAA severity degree according to Vonsattel et al. [7] (f).
a Required brain samples to be stained with the 4G8 antibody against Aβ:
	 
	Aβ phases
	AβMTL phases
	A-score
	CAA-stage
	CAA severity

	1. Anterior hippocampus with entorhinal cortex
	+
	+
	+
	+
	+

	2. Posterior hippocampus at the level of the lateral geniculate body
	+
	+
	+
	+
	+

	3. Occipital cortex with primary visual cortex
	+
	
	+
	+
	+

	4. Basal ganglia
	+
	
	+
	+
	

	5. Midbrain
	+
	
	+
	+
	

	6. Cerebellum
	+
	
	+
	+
	



b Assessment of Aβ phases [8]:
The following brain regions are scores separately for the presence/absence of Aβ plaque pathology.
This protocol is based on the assessment of anti-Aβ17-24 or anti-Aβ42 stained plaques.
The numbers in brackets indicate the sample block in which a given region is assessed
	Aβ plaques
	present
	absent

	a. Temporal neocortex (1, 2)
	
	

	b. Occipital neocortex (3)
	
	

	c. Entorhinal cortex (1)
	
	

	d. Hippocampus/subiculum/presubiculum (1, 2)
	
	

	e. Amygdala (if present in 1)
	
	

	f. Caudate nucleus (4)
	
	

	g. Putamen (4)
	
	

	h. Substantia nigra (5)
	
	

	i. Colliculi superiors or inferiors (5)
	
	

	j. Central (periaqueductal) gray matter (5)
	
	

	k. Red nucleus (5)
	
	

	l. Raphe nuclei/reticular formation (5)
	
	

	m. Cerebellar cortex (6)
	
	



Aβ phase:	0 = (no plaques present)
1 = (Plaques present in a or b)
2 = (Plaques present in a, b and c, d, or e)
3 = (Plaques present in a-e and f or g)
4 = (Plaques present in a-g and h, i, j, k, or l)
5 = (Plaques present in a-g and h, i, j, k, or l and m)





c Assessment of AβMTL phases [9]:
The following brain regions are scores separately for the presence/absence of Aβ plaque pathology.
This protocol is based on the assessment of anti-Aβ17-24 or anti-Aβ42 stained plaques.
The numbers in brackets indicate the sample block in which a given region is assessed

	Aβ plaques
	present
	absent

	a. Temporal neocortex (1, 2)
	
	

	b. Occipital neocortex (3)
	
	

	c. Entorhinal cortex layers pre-β to pri-γ (1)
	
	

	d. Entorhinal cortex layer pre-α (1)
	
	

	e. Subiculum (1, 2)
	
	

	f. Hippocampus sector CA1 (1, 2)
	
	

	g. Outer molecular layer of the dentate gyrus (1, 2)
	
	

	h. Hippocampus sector CA4 (1,2)
	
	



AβMTL phase:	0 = (no plaques present)
1 = (Plaques present in a or b)
2 = (Plaques present in a, b and c, e, or f)
3 = (Plaques present in a-c, f and g)
4 = (Plaques present in a-c, f, g and d or h)

d Assessment of A-score [10]:
A-score: 	0 = Aβ phase 0
1 = Aβ phase 1 or 2
2 = Aβ phase 3
3 = Aβ phase 4 or 5


e Assessment of CAA stages [11].
The following brain regions are scores separately for the presence/absence of vascular Aβ deposits.
This protocol is based on the assessment of anti-Aβ17-24 or anti-Aβ42 stained CAA pathology.
The numbers in brackets indicate the sample block in which a given region is assessed

	CAA
	present
	absent

	a. Temporal neocortex + leptomeninges (1, 2)
	
	

	b. Occipital neocortex + leptomeninges (3)
	
	

	c. Entorhinal cortex + leptomeninges (1)
	
	

	d. Hippocampus/subiculum/presubiculum (1, 2)
	
	

	e. Amygdala (if present in 1)
	
	

	f. Caudate nucleus (4)
	
	

	g. Putamen (4)
	
	

	h. Midbrain (5)
	
	

	i. Pons
	
	

	j. Cerebellar cortex (6)
	
	



CAA stage:	0 = (no CAA present)
1 = (CAA present in a or b)
2 = (CAA present in a, b and c, d, e, or j)
3 = (CAA present in a-e,j and f, g, h, or i)


f Assessment of CAA severity [7].
The brain regions indicated in a are screened for the gradual affection of the vessel wall by CAA.

	CAA-severity pattern
	present
	absent

	a. focal Aβ deposits in the vessel wall without significant destruction of the lamina media
	
	

	b. The lamina media is replaced by Aβ deposits
	
	

	c. CAA-associated bleedings or microbleeds
	
	



CAA severity:	0 = (no CAA present)
1 = (CAA-affected vessels exhibiting the severity pattern of a)
2 = (CAA-affected vessels exhibiting the severity pattern of a and b)
3 = (CAA-affected vessels exhibiting the severity pattern of a-c)


Table S3: Assessment of the biochemical Aβ stage of plaque maturation (=B-Aβ plaque stage; a) and the biochemical stage of Aβ aggregate maturation in brain lysates (B-Aβ stage; b).

a B-Aβ plaque stage:
	0
	=
	no plaques; 

	1
	=
	plaques stained only with antibodies detecting non-modified forms of Aβ (4G8); but negative for anti-AβN3pE and anti-AβpSer8 antibodies.

	2
	=
	plaques stained with antibodies detecting non-modified forms of Aβ (4G8) and anti-AβN3pE; but negative for anti-AβpSer8 antibodies

	3
	=
	plaques stained with antibodies detecting non-modified forms of Aβ (4G8), anti-AβN3pE, and anti-AβpSer8 [12].



b B-Aβ stage
	0
	=
	no Aβ  

	1
	=
	Aβ detected only with antibodies detecting non-modified forms of Aβ (anti-Aβ1-17); but negative for anti-AβN3pE and anti-AβpSer8 antibodies.

	2
	=
	Aβ detected with antibodies detecting non-modified forms of Aβ (anti-Aβ1-17) and anti-AβN3pE; but negative for anti-AβpSer8 antibodies.

	3
	=
	Aβ detected with antibodies detecting non-modified forms of Aβ (anti-Aβ1-17), and with anti-AβN3pE, and anti-AβpSer8 antibodies[12].





Table S4: Assessment of PET-Aβ phase estimates as previously published [13]
	PET-Aβ phase estimate 0
	=
	Aβ phases 0-1(2)
	=
	SUVRneo < 0.5 and/or SUVRcaud < 0.6;

	PET-Aβ phase estimate 1
	=
	Aβ phases 2-3
	=
	SUVRneo ≥ 0.5 - < 0.6 and/or SUVRcaud ≥ 0.6 - < 0.7;

	PET-Aβ phase estimate 2
	=
	Aβ phase 4
	=
	SUVRneo ≥ 0.6 and/or SUVRcaud ≥ 0.7 - ≤1.0;

	PET-Aβ phase estimate 3
	=
	Aβ phase 5
	=
	SUVRcaud > 1.0.






Table S5: Spearman correlation analysis between Aβ phases, AβMTL phases, A-scores, and Aβ load as assessed in cohorts 1 (a), 2 (b), and 3 (c) as well as AβN3pE load, AβpSer8 load, B-Aβ stage, B-Aβ plaque stage, and the levels of soluble, dispersible, membrane-associated and plaque-associated Aβ, AβN3pE, and AβpSer8 in cohort 1. r and p-values are provided. No adjustment for age and sex because different methods assessing Aβ pathology were compared. n = number of cases compared.
a: Cohort 1
	[bookmark: _Hlk10990904][bookmark: _Hlk11268714]Cohort 1
	Aβ phase
	AβMTL phase
	A-score
	CAA Stage
	CAA Severity
	Aβ load
	B-Aβ stage
	B-Aβ plaque stage
	n

	AβMTL phase
	r = 0.965; p < 0.001
	n.d.
	
	
	
	
	
	
	95

	A-score
	r = 0.978; p < 0.001
	r = 0.941; p < 0.001
	n.d.
	
	
	
	
	
	95

	CAA stage
	r = 0.739, p < 0.001
	r = 0.695, p < 0.001
	r = 0.728, p < 0.001
	n.d.
	
	
	
	
	95

	CAA severity
	r = 0.703, p < 0.001
	r = 0.663, p < 0.001
	r = 0.704, p < 0.001
	r = 0.962, p < 0.001
	n.d.
	
	
	
	95

	Aβ load
	r = 0.888, p < 0.001
	r = 0.899, p < 0.001
	r = 0.868, p < 0.001
	r = 0.630, p < 0.001
	r = 0.582, p < 0.001
	n.d.
	
	
	95

	AβN3pE load
	r = 0.882, p < 0.001
	r = 0.872, p < 0.001
	r = 0.865, p < 0.001
	r = 0.731, p < 0.001
	r = 0.721, p < 0.001
	r = 0.932, p < 0.001
	r = 0.765, p < 0.001*
	r = 0.860, p < 0.001
	70, *38

	AβpSer8 load
	r = 0.810, p < 0.001
	r = 0.835, p < 0.001
	r = 0.809, p < 0.001
	r = 0.777, p = 0.001
	r = 0.806, p < 0.001
	r = 0.756, p < 0.001
	r = 0.836, p < 0.001*
	r = 0.813, p < 0.001
	70, *38

	B-Aβ stage
	r = 0.821, p < 0.001
	r = 0.866, p < 0.001
	r = 0.832, p < 0.001
	r = 0.694, p < 0.001
	r = 0.709, p = 0.002
	r = 0.815, p < 0.001
	n.d.
	r = 0.757, p < 0.001
	38

	B-Aβ plaque stage
	r = 0.896, p < 0.001
	r = 0.906, p < 0.001
	r = 0.905, p < 0.001
	r = 0.730, p < 0.001
	r = 0.736, p < 0.001
	r = 0.867, p < 0.001
	
	n.d.
	70

	Soluble Aβ
	r = 0.683, p < 0.001
	r = 0.789, p < 0.001
	r = 0.668, p < 0.001
	r = 0.619, p < 0.001
	r = 0.603, p < 0.001
	r = 0.715, p < 0.001
	r = 0.793, p < 0.001
	r = 0.699, p < 0.001
	38

	Dispersible Aβ
	r = 0.735, p < 0.001
	r = 0.832, p < 0.001
	r = 0.709, p < 0.001
	r = 0.696, p < 0.001
	r = 0.719, p < 0.001
	r = 0.728, p < 0.001
	r = 0.839, p < 0.001
	r = 0.685, p < 0.001
	38

	Membrane-associated Aβ
	r = 0.730, p < 0.001
	r = 0.809, p < 0.001
	r = 0.725, p < 0.001
	r = 0.629, p < 0.001
	r = 0.628, p < 0.001
	r = 0.758, p < 0.001
	r = 0.776, p < 0.001
	r = 0.781, p < 0.001
	38

	Plaque-associated Aβ
	r = 0.667, p < 0.001
	r = 0.749, p < 0.001
	r = 0.664, p < 0.001
	r = 0.514, p = 0.001
	r = 0.519, p = 0.001
	r = 0.725, p < 0.001
	r = 0.690, p < 0.001
	r = 0.770, p < 0.001
	38

	Soluble AβN3pE
	r = 0.637, p < 0.001
	r = 0.692, p < 0.001
	r = 0.640, p < 0.001
	r = 0.598, p < 0.001
	r = 0.627, p < 0.001
	r = 0.572, p < 0.001
	r = 0.728, p < 0.001
	r = 0.503, p = 0.001
	38

	Dispersible AβN3pE
	r = 0.625, p < 0.001
	r = 0.669, p < 0.001
	r = 0.619, p < 0.001
	r = 0.594, p < 0.001
	r = 0.636, p < 0.001
	r = 0.613, p < 0.001
	r = 0.726, p < 0.001
	r = 0.503, p = 0.001
	38

	Membrane-associated AβN3pE
	r = 0.679, p < 0.001
	r = 0.756, p < 0.001
	r = 0.698, p < 0.001
	r = 0.707, p < 0.001
	r = 0.723, p < 0.001
	r = 0.725, p < 0.001
	r = 0.888, p < 0.001
	r = 0.730, p < 0.001
	38

	Plaque-associated AβN3pE
	r = 0.666, p < 0.001
	r = 0.701, p < 0.001
	r = 0.657, p < 0.001
	r = 0.591, p < 0.001
	r = 0.613, p < 0.001
	r = 0.589, p < 0.001
	r = 0.725, p < 0.001
	r = 0.499, p = 0.001
	38

	Soluble AβpSer8
	n.d.
	n.d.
	n.d.
	n.d.
	n.d.
	n.d.
	n.d.
	n.d.
	38

	Dispersible AβpSer8
	r = 0.524, p = 0.001
	r = 0.556, p < 0.001
	r = 0.497, p = 0.002
	r = 0.521, p = 0.001
	r = 0.521, p = 0.001
	r = 0.477, p = 0.002
	r = 0.543, p < 0.001
	r = 0.406, p = 0.011
	38

	Membrane-associated AβpSer8
	r = 0.367, p = 0.024
	r = 0.413, p = 0.010
	r = 0.370, p = 0.022
	r = 0.364, p = 0.025
	r = 0.465, p = 0.003
	r = 0.323, p = 0.048
	r = 0.431, p = 0.007
	r = 0.323, p = 0.048
	38

	Plaque-associated AβpSer8
	r = 0.324, p = 0.047
	r = 0.340, p = 0.037
	r = 0.373, p = 0.021
	r = 0.348, p = 0.032
	r = 0.415, p = 0.010
	r = 0.170, p = 0.308
	r = 0.369, p = 0.023
	p = 0.094
	38




b: Cohort 2
	Cohort 2
	Aβ phase
	AβMTL phase
	A-score
	CAA Stage
	CAA Severity
	Aβ load
	B-Aβ stage
	B-Aβ plaque stage
	n

	AβMTL phase
	r = 0.983; p < 0.001
	n.d.
	
	
	
	
	
	
	79

	A-score
	r = 0.990; p < 0.001
	r = 0.976; p < 0.001
	n.d.
	
	
	
	
	
	79

	CAA stage
	r = 0.758, p < 0.001
	r = 0.718, p < 0.001
	r = 0.736, p < 0.001
	n.d.
	
	
	
	
	79

	CAA severity
	r = 0.664, p < 0.001
	r = 0.622, p < 0.001
	r = 0.642, p < 0.001
	r = 0.944, p < 0.001
	n.d.
	
	
	
	79



c: Cohort 3
	Cohort 3
	Aβ phase
	AβMTL phase
	A-score
	CAA Stage
	CAA Severity
	Aβ load
	B-Aβ stage
	B-Aβ plaque stage
	n

	AβMTL phase
	r = 0.835; p < 0.001
	n.d.
	
	
	
	
	
	
	97

	A-score
	r = 0.887; p < 0.001
	r = 0.841; p < 0.001
	n.d.
	
	
	
	
	
	97

	CAA stage
	r = 0.664, p < 0.001
	r = 0.575, p < 0.001
	r = 0.623, p < 0.001
	n.d.
	
	
	
	
	97

	CAA severity
	r = 0.637, p < 0.001
	r = 0.626, p < 0.001
	r = 0.644, p < 0.001
	r = 0.823, p < 0.001
	n.d.
	
	
	
	97

	Aβ load
	r = 0.701, p < 0.001
	r = 0.760, p < 0.001
	r = 0.680, p < 0.001
	r = 0.667, p < 0.001
	r = 0.707, p < 0.001
	n.d.
	
	
	31



Table S6: Spearman correlation analysis between PET-Aβ phase estimates, topographical and quantitative Aβ parameters assessed in cohort 3. No adjustment for age and sex because different methods assessing Aβ pathology were compared. n = number of cases compared.
	Cohort 3
	Aβ phase
	AβMTL phase
	A-score
	CAA Stage
	CAA Severity
	Aβ load
	n

	PET-Aβ phase estimate
	r = 0.835; p < 0.001
	r = 0.759; p < 0.001
	r = 0.814; p < 0.001
	r = 0.610; p < 0.001
	r = 0.669; p < 0.001
	r = 0.712; p < 0.001*
	97/*31






[bookmark: _GoBack]Table S7: Partial correlation analysis controlled for age and sex between NFT stages, CERAD scores of neuritic plaque pathology, NIA-AA degree of AD pathology, CDR-scores, Aβ phases, AβMTL phases, A-scores, and Aβ load as assessed in cohorts 1 (a), 2 (b), and 3 (c) as well as AβN3pE load, AβpSer8 load, B-Aβ stage, B-Aβ plaque stage, and the levels of soluble, dispersible, membrane-associated and plaque-associated Aβ, AβN3pE, and AβpSer8 in cohort 1. r and p-values are provided. n = number of cases compared.
a: Cohort 1
	Cohort 1
	NFT Stage
	CERAD
	NIA-AA
	CDR
	n

	Aβ phase
	r = 0.614; p < 0.001
	r = 0.596; p < 0.001
	r = 0.786; p < 0.001
	r = 0.449; p < 0.001*
	95/*88

	AβMTL phase
	r = 0.606; p < 0.001
	r = 0.572; p < 0.001
	r = 0.793; p < 0.001
	r = 0.369; p < 0.001*
	95/*88

	A-score
	r = 0.618; p < 0.001
	r = 0.575; p < 0.001
	r = 0.782; p < 0.001
	r = 0.450; p < 0.001*
	95/*88

	CAA stage
	r = 0.402, p < 0.001
	r = 0.466; p < 0.001
	r = 0.528; p < 0.001
	r = 0.431; p < 0.001*
	95/*88

	CAA severity
	r = 0.352, p < 0.001
	r = 0.412, p < 0.001
	r = 0.483, p < 0.001
	r = 0.420, p < 0.001*
	95/*88

	Aβ load
	r = 0.489, p < 0.001
	r = 0.441, p < 0.001
	r = 0.554, p < 0.001
	r = 0.295, p < 0.001*
	95/*88

	AβN3pE load
	r = 0.670, p < 0.001
	r = 0.626, p < 0.001
	r = 0.687, p < 0.001
	r = 0.386, p = 0.002*
	70, *63

	AβpSer8 load
	r = 0.289, p = 0.017
	r = 0.484, p < 0.001
	r = 0.267, p = 0.028
	r = 0.441, p < 0.001*
	70, *63

	B-Aβ stage
	r = 0.603, p < 0.001
	r = 0.576, p < 0.001
	r = 0.640, p < 0.001
	r = 0.287, p = 0.025*
	38, *32

	B-Aβ plaque stage
	r = 0.549, p < 0.001
	r = 0.427, p < 0.001
	r = 0.726, p < 0.001
	r = 0.287, p < 0.001*
	70, *63

	Soluble Aβ
	r = 0.532, p = 0.001
	r = 0.536, p = 0.001
	r = 0.556, p < 0.001
	p = 0.377*
	38, *32

	Dispersible Aβ
	r = 0.568, p < 0.001
	r = 0.630, p < 0.001
	r = 0.627, p < 0.001
	p = 0.338*
	38, *32

	Membrane-associated Aβ
	r = 0.578, p < 0.001
	r = 0.620, p < 0.001
	r = 0.635, p < 0.001
	p = 0.186*
	38, *32

	Plaque-associated Aβ
	r = 0.472, p = 0.004
	r = 0.510, p = 0.001
	r = 0.572, p < 0.001
	p = 0.261*
	38, *32

	Soluble AβN3pE
	r = 0.736, p < 0.001
	r = 0.756, p < 0.001
	r = 0.759, p < 0.001
	r = 0.371, p = 0.044*
	38, *32

	Dispersible AβN3pE
	r = 0.624, p < 0.001
	r = 0.694, p < 0.001
	r = 0.672, p < 0.001
	r = 0.429, p = 0.018*
	38, *32

	Membrane-associated AβN3pE
	r = 0.488, p = 0.003
	r = 0.491, p = 0.002
	r = 0.526, p = 0.001
	p = 0.689*
	38, *32

	Plaque-associated AβN3pE
	r = 0.772, p < 0.001
	r = 0.785, p < 0.001
	r = 0.781, p < 0.001
	r = 0.371, p = 0.043*
	38, *32

	Soluble AβpSer8
	n.d.
	n.d.
	n.d.
	n.d.
	38, *32

	Dispersible AβpSer8
	p = 0.070
	p = 0.092
	r = 0.335, p = 0.045
	p = 0.411*
	38, *32

	Membrane-associated AβpSer8
	p = 0.154
	r = 0.334, p = 0.047
	p = 0.162
	p = 0.528*
	38, *32

	Plaque-associated AβpSer8
	r = 0.602, p < 0.001
	r = 0.618, p < 0.001
	r = 0.533, p = 0.001
	r = 0.420, p = 0.021*
	38, *32




b: Cohort 2
	Cohort 2
	NFT Stage
	CERAD
	NIA-AA
	CDR
	n

	Aβ phase
	r = 0.762; p < 0.001
	r = 0.855; p < 0.001
	r = 0.920; p < 0.001
	r = 0.341; p = 0.003*
	97,*74

	AβMTL phase
	r = 0.710; p < 0.001
	r = 0.803; p < 0.001
	r = 0.896; p < 0.001
	r = 0.290; p = 0.013*
	97,*74

	A-score
	r = 0.710; p < 0.001
	r = 0.823; p < 0.001
	r = 0.902; p < 0.001
	r = 0.330; p = 0.005*
	97,*74

	CAA stage
	r = 0.730, p < 0.001
	r = 0.760; p < 0.001
	r = 0.800; p < 0.001
	r = 0.314; p = 0.007*
	97,*74

	CAA severity
	r = 0.538, p < 0.001
	r = 0.546; p < 0.001
	r = 0.625; p < 0.001
	r = 0.265, p = 0.024*
	97,*74



c: Cohort 3
	Cohort 3
	NFT Stage
	CERAD
	NIA-AA
	MMSE
	n

	Aβ phase
	r = 0.700; p < 0.001
	r = 0.748; p < 0.001
	r = 0.835; p < 0.001
	r = -0.514; p < 0.001*
	97,*65

	AβMTL phase
	r = 0.683; p < 0.001
	r = 0.752; p < 0.001
	r = 0.816; p < 0.001
	r = -0.506; p < 0.001*
	97,*65

	A-score
	r = 0.668; p < 0.001
	r = 0.761; p < 0.001
	r = 0.812; p < 0.001
	r = -0.476; p < 0.001*
	97,*65

	CAA stage
	r = 0.592, p < 0.001
	r = 0.528; p < 0.001
	r = 0.609; p < 0.001
	r = -0.315; p = 0.012*
	97,*65

	CAA severity
	r = 0.566, p < 0.001
	r = 0.512, p < 0.001
	r = 0.607, p < 0.001
	r = -0.368, p = 0.003*
	97,*65

	Aβ load
	r = 0.609, p < 0.001
	r = 0.579, p = 0.001
	r = 0.705, p < 0.001
	p = 0.051*
	31, *19

	PET-Aβ phase estimate
	r = 0.704; p < 0.001
	r = 0.708; p < 0.001
	r = 0.817; p < 0.001
	r = -0.467; p < 0.001*
	97,*65
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